These Nes-Ext1 mice have several severe CNS defects,
Nes-Ext1 mutants, defects additionally occur at the chiasm in Slit1/Slit2 mutants. This suggests that HS is differentially required for Slit function and that, in some parts of the retinal pathway, Slit-guided axon growth occurs independent of HS.
It is not clear yet how HS interacts with Slit in the visual system. One possibility is that HS increases the stability and hence local concentration of Slits in the diencephalon. Examination of the distribution of Slit proteins in this region in Nes-Ext1 mice may reveal alterations, as occurs for example in syndecan mutants in Drosophila ( The HS code hypothesis predicts that the various HS sult argues against any specificity in the HSPG core proteins, at least in the context of midline repulsion by modifications should also be differentially localized, rather than uniform and ubiquitous, and that they Slit, but does not exclude an important role for specificity in the HS modifications themselves. Indeed, given should act instructively rather than permissively. Bülow and colleagues already offer some indirect evidence for that HSPGs have only a limited set of core proteins but
